Tuberculosis of pancreas in an immunocompetent individual is rare even in endemic regions. We report here one such case where in a 53-year-old man presented with jaundice, weight loss and cervical lymphadenopathy. Base line liver functions were deranged. Imaging studies of abdomen and chest revealed a pancreatic mass and miliary filtrates. Fine needle aspiration cytology of cervical lymph nodes was suggestive of tuberculosis. In view of deranged baseline liver functions the patient was started on a modified daily self-supervised antituberculosis treatment and oral corticosteroid treatment made an uneventful recovery with complete resolution of mass lesion. 
INTRODUCTION
Pancreatic tuberculosis (TB) is extremely rare in immunocompetent individuals, even in those with military TB. 1 A high index of suspicion needs to be exercised especially in endemic areas as diagnosis of pancreatic TB is both elusive and rare. 2, 3 As this condition is often mistaken for malignancy, patients are subjected to avoidable radical surgery. We report the clinical presentation, method of diagnosis and treatment of pancreatic TB in an immunocompetent patient.
CASE REPORT
A 53-year-old man, a chronic smoker presented to us with two months history of dyspepsia, loss of appetite, significant weight loss and yellowish discolouration of eyes. Subsequently nausea and vomiting further worsened with ensuing poo r oral intake. On clinical examination he was dehydrated, had jaundice, cervical and supraclavicular lymphadenopathy.
Abdominal examination was unremarkable. Laboratory findings were as fo llows: haemoglobin 12.7 gm/dL, total leukocyte count 6210/mm 3 , erythrocyte sedimentation rate 60 mm at the end of the first hour; serum total and direct bilirubin 6.5 mg/dL and 2.9mg/dL respectively, serum alkaline phosphatase 460 U/L (normal 40-140 U/L), serum gammaglutamyl transferase 313 U/L (normal 10-55), serum alanine aminotransferase (ALT) 244 U/ L (normal 0-37 U/L), serum aspartate aminotransferase (AST) 210 U/L (normal 8-48 U/L), serum albumin 3.6 gms/dL, blood urea 65 mg/dL, serum creatinine 2.1 mg/dL, serum CA19-9 6 U/mL (normal 0-37 U/mL Figure  2 ). Fine needle aspiration cytology (FNAC) of the cervical lymphnodes ( Figure 3 ) was suggestive of tuberculosis; acid-fast bacilli were not seen. FNAC from the pancreatic lesion was deferred as it was considered as a highrisk procedure by the radiologist. As baseline hepatic function was deranged a daily, selfsupervised antituberculosis treatment with a modified intensive phase fo r 3 mont hs consisting of isoniazid, ethambutol and ofloxacin was started. Oral prednisolone was started at a dosage 60 mg/ day for 1 week, 20 mg/day for 1 week and rapidly tapered of to 5 mg/day for 1 week and stopped. Rifampicin was introduced subsequently to abo ve combination after 4 weeks on normalization of liver function. It was followed by maintenance phase of 9 months with iso niazid and rifampicin. Patient was under regular followup for the entire duration of the therapy and was compliant with therapy. He responded well to antituberculosis treatment. There was complete resolution of the pancreatic lesion on subsequent follow-up CT of the abdomen.
DISCUSSION
Obstructive jaundice is attributed to various lesions as calculi, strictures and malignancies arising from gall bladder, common bile duct, ampulla of Vater, pancreas and duodenum. Clinically the nature of the lesion has been approached traditionally through the time tested Courvoisier's law with few rare exceptions. 4, 5 Modern imaging techniques as computed Clinical presentation of pancreatic TB closely mimics that of a pancreatic carcinoma and hence poses a diagnostic dilemma. 6, 7 Pancreas enjoys high degree of protection from TB owing to the pancreatic enzymes which interfere with seeding of pathogenic bacilli. 8, 9 The theories proposed in the TB involvement of the pancreas are haematogenous spread from a pulmonary source and direct lymphatic spread from adjacent peripancreatic lymph nodes. Clinical presentation and laboratory evaluation usually fail to differentiate pancreatic TB from malignancy often subjecting the patient to avoidable radical surgery. [7] [8] [9] Diagnosis is established by histopathology and direct identification of the organism from the tissue by microbiological met hods. Ho wever, diagnosis can still be difficult as bacteriological confirmation is possible only in 57% cases of extra pulmonary TB. 8 Diagnostic tests based on polymerase chain reaction (PCR) in the tissue samples have been proposed to be highly specific even when tissue samples are negative for bacteriological studies. 6 Chest radiograph may be normal as is the case in our patient, efforts to identify a possible active TB lesions in the lung by high resolution computed tomography (HRCT) may be helpful as primary TB of pancreas by itself is extremely rare. 9 Pancreatic TB seems to have a predilection to head and uncinate process of pancreas owing to rich vascular supply. Various lesions described on CT of abdomen are focal hypodense masses, pancreatic no dules, multiloculated, cystic lesions, low attenuation peripancreatic and periportal adenopathies with peripheral rim enhancement. 6, 7, 9 In acquired immunodeficiency syndrome (AIDS) patients diffusely hypoechoic enlarged gland and cystic mass lesion have been described on abdominal utorasonography. 
